Congenital hypertrophy of the retinal pigment epithelium (CHRPE) is a well-defined clinical entity which is usually an incidental finding during routine fundus examination (Buettner, I975) . Recent reports have emphasized the characteristic features that distinguish it from malignant melanoma of the choroid and other pigmented fundus lesions (Buettner, 1975; Purcell and Shields, I975) . Stereoscopic fundus photography and fluorescein angiography are useful in confirming the diagnosis (Buettner, 1975 Overlying retinal vascular abnormalities were demonstrated in all the lesions. In one there was no perfusion of the overlying retinal vessels (Fig. 2 ) and in another perfusion was absent except for delayed filling of a single retinal vein with late staining of its wall (Fig. 3) . Gross attenuation of a retinal artery and its branches occurred in the centre of the lesion in one patient (Fig. 4) . The remaining two patients gave a complicated appearance of retinal capillary closure with leakage of fluorescein from abnormal capillaries. In one leaking retinal capillaries and venules in the centre of the lesion were related to areas of retinal capillary closure or were present at the edge of non-perfused retina (Fig. 5 ). In the other an abnormal leaking capillary network corresponded to a hyperpigmented raised area in the centre of the lesion (Fig. i) Buettner, 1975; Purcell and Shields, 1975) . However, abnornalities of the overyling retinal vasculature have not before been identified. Retinal blood vessels have been described particularly as undeviated and normal (Buettner, 1975 (Fig. i) Dantzker, I969) .
It has been argued that outer retinal atrophy would result in an increased oxygen concentration in the inner retina because of the combined effect of reduced metabolic requirements by the outer retina and closer apposition of the inner retina to the choroid (Noell, I953; Gerstein and Dantzker, I969) . Such an increase in oxygen tension caused vasoconstriction of retinal arterioles and veins (Dollery, Hill, Mailer, and Sousa Ramalho, I964) , and this may account for obliteration of retinal vessels in the presence of outer retinal atrophy (Gerstein and Dantzker, I969). This does not completely explain the retinal vascular occlusion associated with outer retinal atrophy. Mature retinal vessels are known to be remarkably immune to high concentrations of oxygen and, moreover, retinal capillary obliteration has not been successfully produced in adult animals exposed to high concentrations of oxygen, although in these animals a high oxygen tension was maintained for only a few weeks (Ashton, I966, I976) . However, obliteration of retinal arterioles due to gross thickening of their walls has been observed histopathologically in cases of retinal dystrophy (Ashton and Tripathi, 1976) , and possibly a prolonged high oxygen concentration might cause Retinal vascutlar changes 503 arteriolar constriction with a reduced blood flow to more distal tissues producing significant ischaemia. This could certainly account for the retinal capillary closure and leakage overyling CHRPE, which are reminiscent of the changes in branch or central retinal vein occlusion-changes usually assumed to imply retinal ischaemia rather than a high oxygen tension.
Summary
The overlying retinal blood vessels were abnormal in five cases of congenital hypertrophy of the retinal pigment epithelium. This illustrated the wellrecognized association between outer retinal degeneration and obliteration of the overlying retinal vasculature. The proposed pathophysiological mechanisms, however, seem inadequate to explain completely the morphological changes of the retinal blood vessels in the presence of atrophy of the outer retina.
